described experiments that were performed in parallel in our laboratory and reached similar conclusions; specifically, whereas the Nature Neurosci. paper concentrated on spinal effects, the J. Neurosci. paper employed identical lesions and antibody treatments, and described in detail sprouting in red nucleus and pons as well as functional recovery. Although the datasets are largely unique to each paper, the experimental design and results were very similar. Moreover, some of the data presented in the two papers are also identical (Fig. 5b of the Nature Neurosci. paper and Fig. 4a of the J. Neurosci. paper), while other data represent different time points from the same animals (Fig. 6b of the Nature Neurosci. paper and Fig. 6a of the J. Neurosci. paper).
In addition, the penultimate sentence in the legend to Fig. 4b was inadvertently omitted. The corrected legend should read: 
. (b)
The experiment shown in (a) was repeated in a slice in which CA3 bursting was induced by tetanic stimulation of the CA3 pyramidal cell layer. The average interburst interval in this preparation was 13 seconds, which permitted longer delays between the end of a burst and glutamate application. As in (a), glutamate application at delays closer to the interburst interval triggered a burst more rapidly, but the initial response to glutamate was unchanged (inset). In this cell, bursts triggered calcium escape spikes. Glutamate was applied after every fourth burst in (b) and (c). 
Presynaptic modulation of CA3 network activity

